developed a cough productive of brownish sputum. The patient's daughter had impetigo and a purulent nasal discharge.
On examination the patient was delirious, tachypnoeic and distressed. Her temperature was 39°C and she had a generalized purpuric skin eruption. She was centrally and peripherally cyanosed. Her pulse was 120/min and her blood pressure 80/50 mmHg. There were signs of a right-sided pleural effusion. Neck stiffness was present. Chest X-ray confirmed a large right pleural effusion. Blood chemistry showed sodium 120 mmol/l, potassium 3.7 mmol/l, urea 22.6 mmol/l, creatinine 233 jimol/l, albumin 28 g/l and calcium 1.68 mmol/l. Liver function tests were deranged, with an alkaline phosphatase concentration of 126 U/l and alanine aminotransferase 137 U/l. She had a neutrophil leukocytosis (93% of a total white cell count of 30.1 x 109/l) and thrombocytopenia (platelet count 32 x 109/l with clumping seen on the blood film). Arterial blood gas tensions were: carbon dioxide 3.6 kPa and oxygen 6.3 kPa; bicarbonate concentration was 18 mmol/l and pH 7.35. A gram stain of aspirated pleural fluid showed numerous gram-positive cocci, mainly in chains, and a few polymorphs.
Intensive management was commenced immediately with intravenous benzylpenicillin, erythromycin, flucloxacillin and gentamicin. Intravenous water and electrolytes were administered along with 60% oxygen. Shortly after admission the patient suffered a cardiorespiratory arrest and died despite the usual resuscitative measures.
At necropsy there was extensive consolidation in the right lower lobe with early abscess formation, and early changes of consolidation in the right middle and upper lobes. There was a massive fibrinous exudate in the right pleural cavity. The kidneys showed evidence of previous pyelonephritis. A pure growth of Group A beta-haemolytic streptococcus was obtained from pleural fluid, blood, and from swabs taken from the daughter's nostrils. Antibody titres to a wide range of viral and atypical organisms were not elevated and virus was not isolated from a specimen of affected lung tissue.
Discussion
In the United Kingdom, Streptococcus pyogenes accounts for less than 3% of all bacteraemias and usually arises from cellulitis or other skin lesions1. In the pre-antibiotic era, however, 2-5% of all acute pneumonias were caused by Group A beta-haemolytic streptococci2. Such with life-threatening gastrointestinal complications. We now report such a case.
Case report A 47-year-old woman presented with a 7-day history ofblue, cold fingers following a 'flu-like illness which had been associated with deafness and a feeling of numbness in her legs. Prior to this illness she had been well.
On examination she looked pale, unwell and exhausted. She had digital gangrene affecting all her fingers excluding her thumbs, down to the metacarpophalangeal joints ofboth hands (Figure 1 ). She had decreased sensation over both feet and weakness of dorsiflexion of the left foot. Her feet were otherwise normal. Examination of her ears revealed bilateral serous otitis media. Her respiratory and abdominal systems were normal.
Full blood count and biochemical screen were normal, ESR was 95 mm/hour, hepatitis surface antigen was negative, rheumatoid factor was 1:1280.0, chest X-ray was initially normal.
Despite 40mg oral prednisolone daily, her condition worsened. The digital gangrene became more extensive and she began to complain of deteriorating visual acuity. A diagnosis of temporal arteritis was made and her prednisolone increased to 120 mg daily. Four days after admission she began to complain of increasing abdominal pain and by the sixth day there was evidence of peritonitis. At laparotomy the small bowel was found to be abnormal throughout its length. There was a general pallor and mottling ofthe serosa and two areas offrank necrosis in the jejunum (Figure 2 ). The latter was resected and continuity restored with an end-to-end anastomosis. At a secondlook laparotomy two days later the gut was found to be viable throughout. Muscle and liver biopsies were obtained at this stage.
Histology of the resected jejunum revealed widespread necrotizing arteritis affecting small to medium-sized arteries. No granulomas or other distinguishing features were in evidence. Lymph nodes showed reactive changes only. There was a panmural infiltration of all arteries with acute and chronic inflammatory cells associated with fibrinoid necrosis of the walls and obliteration of the lumina.
Cyclophosphamide 280 mg daily was added to her treatment regimen and was associated with marked progress in her condition, her eyesight returning to normal. Quite suddenly two weeks later she complained of severe abdominal pain and a further laparotomy revealed another area of jejunal necro- sis. This was resected as before. Again her postoperative recovery was swift, until one week later she suffered a massive brainstem haemorrhage. This led to a loss of consciousness and subsequent bronchopneumonia. Five weeks after admission she died.
Postmortem confirmed the cause of death as a brainstem haemorrhage from a ruptured basilar artery aneurysm as a result of the vasculitic process. There were multiple areas of impending perforation in the small bowel but the large intestine was found to be unremarkable. There was a right renal vein thrombosis and the left kidney showed areas of focal infarction. All other organs were macroscopically normal.
Since the first description of a case of periarteritis nodosa over 100 years ago by two German physicians, Kussmaul and Maier2, vascu-litis has generated much interest. Reasons for this include the obscurity of the aetiological agent, the complex and multisystem organ involvement, and the unpredictability of the severity of the disease. Attempts at classification of the vasculitides were based on the pathological features of the affected vessels, but this became increasingly confusing as the number of reported causes amplified and the actual pathological changes did not. A more satisfactory classification has since been suggested on the mechanism oftheir causation3.
Clinically, vasculitis seems to manifest itselfin two forms. First, and most common, is a low-grade vasculitis primarily in the skin which leads to areas of skin necrosis and ulceration. Patients with indolent ulcers frequently manifest peripheral neuropathy of the glove and stocking type thought to be due to vasculitis in the vasa vasorum, but the majority do not show signs of vasculitis elsewhere. The second and much less common form, seen in rheumatoid arthritis, is a clinical syndrome similar to polyarteritis nodosa with fever, mononeuropathy, extensive digital gangrene and death due to infarction of vital organs, such as the gastrointestinal tract4.
The case described here bears resemblence to the second description. It is interesting to note, however, that the patient had no previous history of joint disease and the rheumatoid factor was negative. Her vasculitis, preceded by serous otitis media, was aggressive, widespread and eventually fatal. The previously reported cases associated with serous otitis media were much more benign in presentation, usually with neurological and renal complications alone'. Gastrointestinal involvement in necrotizing vasculitis associated with serous otitis media has not been previously reported, and in this case was confined to the small bowel.
The aetiology behind this peculiar association remains a mystery. It is possible that the otitis and the vasculitis are both hypersensitivity responses to an unidentified agent, or that the otitis is caused by a virus capable of initiating disseminated vasculitis, perhaps by immunological mechanisms.
Treatment for the vasculitis remains empirical and to a large extent unsatisfactory since the aetiology remains unknown. Parenteral steroid and cytotoxic therapy has been reported to be of some benefit but was unsuccessful in this case. Meeting reports
Intra-abdominal sepsis
At the joint meeting of the Sections ofRadiology and Surgery held on 26 March 1986, chaired jointly by the Presidents of the two Sections, Professor R J Berry and Mr Brendan Devlin, the opening paper, on 'Radiological evaluation and management of complications of pancreatitis', was given by Dr Patrick Freeney, American Visiting Professor to the Section of Radiology. The major topics he discussed included fluid collections, abscesses, biliary problems, and vascular complications. In fluid collections, the basic points covered were diagnosis, detection, and aspiration and drainage. In acute pancreatic inflammatory disease, fluid collections were confined to the anatomic compartment in which they arose, but after six weeks they became chronic and encapsulated and at this time were properly termed pseudocysts. Computed tomography (CT) was better than ultrasound for detection because collections in areas remote from the pancreas, such as the chest and pelvis, could be identified, and a safe access route for percutaneous catheter drainage could be ascertained. Complications of pancreatic fluid collections included pancreatic duct or biliary duct obstruction, abscess formation, infection, perforation, vascular problems, and invasion of contiguous organs. A 22 or 23 gauge needle was used for diagnostic aspiration. Simple aspiration of fluid collections might be of value, but 60% would reaccumulate and would require catheter drainage, provided CT showed a safe access route. Of 30 collections, 28 (93%) were drained successfully; 9 ofthese were infected.
A similar approach was used for evaluation of pancreatic abscesses. Although plain X-ray might show a mass, possibly with gas bubbles, CT was the most accurate modality for detection of pancreatic abscesses. Abscesses often were extensive, even with two or more main loculi. CT features were important to decide which abscesses could be treated with percutaneous drainage and which needed surgical drainage. CT features which indicated probable success with percutaneous drainage included a safe access route, a homogenous fluid collection, and no significant loculation. If these criteria were met, aspiration with 18-22 gauge needles could be followed by percutaneous placement ofa large drainage catheter (12-14 French sump catheter). ERCP might be helpful to show pancreatic duct fistulae. Of 20 cases, 14 were drained successfully by percutaneous catheter placement and 6 required surgery. There were 4 complications: bleeding through the catheter in one, septicaemia in 2, and a gastric fistula in one.
Biliary problems secondary to pancreatic inflammatory disease were due to partial or complete obstruction of the intrapancreatic segment of the common bile duct due to pressure by an oedematous pancreas or pseudocyst. Chronic biliary obstruction secondary to chronic pancreatitis most often occurred in alcoholics with calcific pancreatitis and usually required surgical decompression.
Numerous gastrointestinal complications could occur as a result of pancreatic inflammatory disease. The 
